Portal hypertension leading to gastric polyposis has rarely been reported. More common gastric manifestations of portal hypertension are portal hypertensive gastropathy and gastric antral vascular ectasia (GAVE). We report a case of a patient in whom portal hypertension manifested as bleeding gastric polyps leading to transfusiondependent iron deficiency anemia.
Introduction
Gastric polyps can occur in various settings, such as chronic proton pump inhibitor (PPI) use, 1,2 chronic inflammation, infection from Helicobacter pylori, peptic ulcers, at sites of gastroenterostomies, 3 secondary to prior argon plasma coagulation (APC) treatments, 4, 5 or as part of familial polyposis syndromes. Portal hypertension leading to gastric polyposis has rarely been reported. 6 
Case Report
A 64-year-old white woman with a history of diabetes mellitus, hypertension, hyperlipidemia, obesity (body mass index [BMI] 33 kg/m 2 ), and compensated non-alcoholic steatohepatitis (NASH) cirrhosis presented for evaluation of recent onset iron-deficiency anemia. She had fatigue and shortness of breath. Her anemia was unresponsive to oral and IV iron therapy and required almost monthly blood transfusions. Esophagogastroduodenoscopy (EGD), colonoscopy, and capsule endoscopy were significant for mild portal hypertensive gastropathy without esophageal or gastric varices. Laboratory values showed a microcytic anemia, with mean corpuscular volume 70.3 fL, nadir hemoglobin 7.3 g/dL, ferritin 17.9 ng/mL, AST 183 U/L, ALT 153 U/L, BUN
Discussion
Gastric polyps are seen in about 6% of upper gastrointestinal endoscopies in the United States, 1 with fundic polyps being more common due to widespread use of PPIs 1,2 and a relatively lower prevalence of Helicobacter pylori infection than in other countries. 7, 8 Lam et al found that gastric hyperplastic polyps in patients with portal hypertension exhibited a unique histology showing prominent capillary ectasia in an edematous lamina propria when compared to polyps in patients without portal hypertension. 6 Endoscopic appearance alone cannot distinguish between hyperplastic gastric polyps, gastric polyps secondary to portal hypertension, and the nodular subtype of GAVE. 9 The presence of histologic features such as prominent capillary ectasia in an edematous lamina propria without of histologic features suggestive of nodular GAVE suggests that these polyps are a distinct entity. The presence of a smooth muscle layer in many of these vessels also suggests that the formation of gastric polyps was a direct consequence of the patient's portal hypertension, leading to congestion in the gastric wall. These unique histologic features distinguish these polyps from hyperplastic polyps that occur in the setting of PPI use, which may appear to be a confounding factor for our patient. It is not known whether these polyps develop secondary to congestion from increased pressure or angioneogenesis in the gastric mucosa, or a combination of both factors. The natural course of such polyps, molecular mechanisms leading to their development and/or recurrence, and similarities/dissimilarities from polyps elsewhere in the gastrointestinal tract are also not known. It is also unclear whether these polyps have underlying malignant potential or if they eventually regress with the reduction of portal pressures after the placement of a transjugular intrahepatic portosystemic shunt (TIPS).
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